In certain instances of left ventricular hypertrophy, deep Q waves observed in the piecordial electrocardiograni miay resemble those of anterior mvocardial infaretion. Such a case is reported in a patient with syphilitic aortic insufficiency. Pathologic examination ruled out the diagnosis of infarction and revealed marked hypertrophy of left ventricular wall and the interventricular septum. The latter was of unusual degree and was probably responsible for the presence of large Q waves in precorldial leads representing, the normal activation of the upper part of the interventricular septum which in cases of septal hypertrophy presumably originates a vector of greater magnitude.
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T HE PRESENCE of essentially negative QRS complexes displaying a QS configuration in right precordial unipolar leads has been observed in patients with uncomplicated left ventricular hypertrophy'; the absence of an initial r wave probably indicates a neutralization of the normal positivity in these leads by contralateral potential variations of greater magnitude owing to activation of the free wall of the enlarged left ventricle.
These changes are frequently indistinguishable from those due to a healed anteroseptal infarction, particularly in the absence of a positive clinical history or of serial tracings showing the characteristic RS-T and T-wave changes during the acute and subacute stages of coronary occlusion. In leads from the left side of the precordium, Q waves are usually recorded and are due to early activation of the interventricular septum from left to right; the presence of these deflections may occasionally give rise to a problem of differential diagnosis, anterolateral infarctions being suspected particularly when the Q waves are abnormally large. Wilson noticed dyspnea on exertion, ortol)onea, palpitation, and ankle edema which later lecaiiie generalized. Since that time he complained of constant pain in the left lower portion of his back and in the lumbar region. He was treated by a local physician and obtained relief fronm these symptoms which had recently recurred. At the age of 26 years, lhe contracted gonorrhea, but denied ever having had a chancre, although reactions to serologic tests for syphilis had been repeatedly positive in spite of antisyphilitic therapy.
Admission examination revealed a severely dyspneic patient with Cheyne-Stokes respiration and long periods of apnea during which the patient became markedly agitated. There were typical signs of aortic regurgitation, including an average blood pressure reading of 240/40 with marked fluctuations to the extremes of 300 systolic and 0 diastolic levels. The heart was enlarged and a gallop rhythm was audible. The rate was 104 per minute, and the rhythm was slightly irregular. The gram recorded a half hour before death showed a return to sinus rhythm with periods of bradyeardia alternating with sinus tachycardia and partial A-V block with sinus depression.
Pathologic examination by Dr. Penna de Azevedo revealed the following: Syphilitic aortitis, syphilitic aortic valvulitis with deformity of the valves, aneurysmal dilatation of the thoracic aorta, edeema and passive hyperemia with hemorrhagic infarets in both lungs, cardiac hypertrophy, bilateral healed renal infarets with atrophy of the kidneys, moderate ascites, and chronic bilateral fibrous pleuritis. The heart measured 13.5 by 7.5 by 8.0 centimeters. The left chambers showed a greatly increased capacity. The right ventricular chamber was markedly decreased in size and the extremely hypertrophied (25 mm.) interventricular septum bulged into the cavity of the right ventricle ( fig. 3) . The inner aspect of the aorta showed marked irregularities due to yellowish plaques, some of which were calcified, alternating with large areas of tissue retraction. The coronary arteries were patent throughout. The myocardium was of firm consistency and of a dark red color with no apparent increase of fibrous tissue.
The wall of the left ventricle measured 26 mm.
from endocardium to epicardium. Just above the diaphragm in the thoracic cavity there was an aneurysmal dilatation, 7.5 by 5.5 cm., to the left of the aorta with which it communicated through an orifice 2 cm. in diameter; the renal arteries were seen to emerge immediately below the aneurysm. A number of histologic sections of the myocardium were made (fig. 4) , particularly from those areas where the electrocardiogram suggested the possibility of infarction; no evidence of this type of lesion in its acute or chronic stage could be found.
DISCUSSION
Since the electrocardiographic diagnosis of myocardial infarction was not confirmed at autopsy there did not seem to be a correlation between the tracings and the pathologic findings in this case.
The possibility of a very recent infarct in which the electrocardiographic changes may precede the histologic lesions in the myocardium as shown by Blumgart and associates,5 and confirmed clinically by others,2 was discarded in this patient, since not only were the coronary arteries found to be patent at autopsy but also because the patient died seven days after the tracings were obtained, a period of sufficient length for pathologic changes to occur.
The finding at autopsy of an extremely thickened interventricular septum bulging into the right ventricular cavity (anatomic stage of Bernheim's syndrome) suggested the possibility that the initial activation of the upper part of the hypertrophied septum could originate a septal vector of greater magnitude than that of the normal Q wave. According to this interpretation, the deep Q waves recorded in the left precordial leads in this case reflect early activation from left to right of the interventricular septum such as occurs in normal individuals although of greater voltage owing to septal hypertrophy.
The decrease in the amplitude of the R wave from Leads V3 to V.5 is more difficult to explain according to the foregoing interpretation. Several other explanations may be offered for the presence of abnormal Q waves in left precordial leads in the absence of infarction. Among these is the possibility that the QR complexes represent mixed cavity and epicardial potentials recorded in these leads as a result of cardiac rotation.
SUMMARY AND CONCLUSIONS
A case history is presented of a patient, with syphilitic aortic insufficiency and marked left ventricular hypertrophy, in whom the electrocardiogram was extremely suggestive of anterior myocardial infarction which was not found to be present at autopsy. Pathologic examination revealed marked hypertrophy of the left ventricle in addition to great enlargement of the interventricular septum which bulged into the right ventricular cavity reducing the capacity of this chamber.
It is suggested that septal forces from left to right of great magnitude could presumably explain the electrocardiographic findings in the absence of infarction.
On the basis of this case and previous ones without pathologic basis, the authors suggest caution in the electrocardiographic diagnosis of anterior myocardial infarction in the presence of marked left ventricular hypertrophy, particularly in patients with a negative clinical history.
